The neural correlates of emotion perception have been shown to be significantly altered in schizophrenia (SCZ) patients as well as their healthy relatives, possibly reflecting genetic susceptibility to the disease. The aim of the study was to investigate the association between SCZ polygenic risk and brain activity whilst testing perception of multisensory, dynamic emotional stimuli. We created SCZ polygenic risk scores (PRS) for a sample of twentyeight healthy individuals. The PRS was based on data from the Psychiatric Genomics Consortium and was used as a regressor score in the neuroimaging analysis. The results of a multivariate brain-behaviour analysis show that higher SCZ PRS are related to increased activity in brain regions critical for emotion during the perception of threatening (angry) emotions. These results suggest that individuals with higher SCZ PRS over-activate the neural correlates underlying emotion during perception of threat, perhaps due to an increased experience of fear or neural inefficiency in emotion-regulation areas. Moreover, over-recruitment of emotion regulation regions might function as a compensation to maintain normal emotion regulation during threat perception. If replicated in larger studies, these findings may have important implications for understanding the neurophysiological biomarkers relevant in SCZ.
Introduction
Schizophrenia (SCZ) is a highly debilitating and heritable mental illness, characterized by impairment in diverse abilities spanning perception, reasoning, and social cognition (de Jong et al., 2013; Green et al., 2004) . Evidence suggests that the SCZ-related impairment in these abilities may be due to the dynamic interplay between genes and brain (Martin et al., 2014; Roffman et al., 2006) . Current estimates from twin and family studies put the heritability of SCZ at 81% (Wahlstrom et al., 1986) , which has led to large collaborative efforts to identify genes able to explain this heritability. However, to date, the identified genes explain only 7% of the liability to SCZ (Ripke et al., 2014) . As SCZ is considered an umbrella term, likely encompassing a large number of aetiologies, one approach to explaining the missing heritability is to search for intermediate traits that lie on a causal pathway between the genotype and clinical phenotype. An endophenotype is described as an intermediate trait that theoretically should be measurable, heritable, and state-independent, with neurophysiological and neurocognitive qualities (Cannon and Keller, 2006; Mowry and Gratten, 2013) . One of these neurocognitive intermediate traits is emotion perception, as it has well-established evidence of impairment and aberrant underlying brain function in SCZ (Namiki et al., 2007; Romero-Ferreiro et al., 2016; Vai et al., 2015) . Robust evidence has emerged identifying emotion perception as a viable endophenotype for SCZ, as deficits in emotion perception are heritable, associated with SCZ risk genes, and apparent before illness onset (Bediou et al., 2007; Germine et al., 2016) . It is thus of importance to investigate the specific processes and neurobiological underpinnings of emotion perception and their relationship with risk genes, as such research would lead to a clearer understanding of the pathway from genotype to clinical phenotype.
The endophenotypic role of emotion perception in schizophrenia has been highlighted with evidence of robust deficits in SCZ, which persist throughout the course of illness and which are also present in healthy individuals with high SCZ susceptibility (Behere, 2015) . In a recent review, Behere (2015) posits that emotion recognition difficulties are trait markers for SCZ, particularly difficulties recognizing threatening emotions, such as anger, and misattribution of threat onto ambiguous facial expressions (Behere, 2015) . Impaired threat processing was found to be a stable deficit, present in both acute and 
